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Research lines

In our group, we are interested on the study of neuroinflammation. Neuroinflammation,
in which reactive glial cells are mainly involved, has been repeatedly suggested to play
a key role in the development of most neurodegenerative diseases. Glial activation is a
process occurring in the presence of neuronal damage, involving morphological changes
as well as changes in the expression of several molecules in astrocytes and microglia. It
remains to be established if glial activation is a consequence of neuronal degeneration
or is a previous phenomenon.

The main objective of the Cellular Neurobiology Group is to obtain information that
could help to develop new strategies to contribute to the prevention and improvement of
neurodegenerative processes occurring in the presence of chronic glial activation, using
appropriate cellular and animal models. We are studying the implication of certain
transcription factors (C/EBPs and NF-xB) and other proteins (p21 Cipl, CD200,
CD200R, TREM-2) in the process of glial activation and its derived neurotoxicity. Our
hypothesis is that the modulation of the function of these proteins may be a target to act
against neuroinflammation and neuronal damage occurring in neurodegenerative
diseases.

We perform in vitro and in vivo studies using experimental animals, primary cell
cultures (mixed glial cell cultures, enriched microglial, astroglial or neuronal cultures,
mixed neuron-glia cultures) and cell lines. We are expertise in cytological, histological,
biochemical, and molecular and cellular biology techniques.
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Group Members

The actual composition of the group is: 4 senior scientists (Dr. Carme Sola, Dr. Joan
Serratosa, Dr. Josep M. Tusell and Dr. Josep Saura), a postdoctoral fellow (Dr. Tony
Valente) and 3 predoctoral students (Nuria Gresa, Marco Straccia and Guido
Dentesano).


http://www.iibb.csic.es/�

Publications in the last five years

Pérez-Capote K., Serratosa J., and Sola C.
Glial activation modulates glutamate neurotoxicity in cerebelar granule cell cultures.
Glia. 2004. 45: 258-268.

Casal C., Serratosa J., and Tusell J.M.

Effects of B-AP peptides on activation of the transcription factor NF-«xB and in cell
proliferation in glial cell cultures.

Neuroscience Research. 2004. 48: 315-323.

Cruz M., Tusell J.M., Grillo-Bosch D., Albericio F., Serratosa J., Rabanal F., and Giralt
E.

Inhibition of B-amyloid toxicity by short peptides containing N-methyl amino acids.
Journal of Peptide Research. 2004. 63: 324-328.

Tusell J.M., Saura J., and Serratosa J.

The absence of the cell cycle inhibitor p21Cipl reduces LPS-induced NO release and
the activation of the transcription factor NF-kappaB in mixed glial cultures.

Glia. 2005. 49: 52-58.

Pérez-Capote K., Serratosa J., and Sola C.

Excitotoxic and apoptotic neural death induce different patterns of glial activation in
vitro.

Journal of Neurochemistry. 2005. 94: 226-237.

Saura J., Angulo E., Ejarque A., Casadd V., Tusell J.M., Moratalla R., Chen J.F,,
Schwartzschild M.A., Lluis C., Franco R., and Serratosa J.



A2A receptor potentiates NO release by activated microglia.
Journal of Neurochemistry. 2005. 95: 919-929.

Claret M., Corominola H., Canals 1., Saura J., Barcelo-Batllori S., Guinovart J.J., and
Gomis R.

Tungstate decreases weight gain and adiposity of obese rats through increased
thermogenesis and lipid oxidation.

Endocrinology. 2005. 146: 4362-4369.

Pérez-Capote K., Saura J., Serratosa J., and Sola C..

Expression of C/EBPalpha and C/EBPbeta in glial cells in vitro after inducing glial
activation by different stimuli.

Neuroscience Letters. 2006. 410: 25-30.

Ejarque-Ortiz A., Medina M.G., Tusell J.M., Pérez A.P., Serratosa J., and Saura J.
Upregulation of CCAAT/enhancer binding protein beta in activated astrocytes and
microglia.

Glia. 2007. 55: 178-188.

Ejarque-Ortiz, A., Tusell, J.M., Serratosa, J., and Saura, J.

CCAAT/enhancer binding protein alpha is downregulated by toll-like receptor agonists
in microglial cells.

Journal of Neuroscience Research. 2007. 85:985-93.

Saura, J.
Microglial cells in astroglial cultures: a cautionary note.
Journal of Neuroinflammation. 2007. 4: 26.

Soler-Jovera A., Dorca J., Popoff M.R., Gibert M., Saura J., Tusell J.M., Serratosa J.,
Blasi J., and Martin-Satué M. Distribution of Clostridium perfringens epsilon toxin in
the brains of acutely intoxicated mice and its effect upon glial cells.

Toxicon. 2007. 50: 530-540.

Stefanidou, M., Sola, C., Kouvelas, E., Del Cerro, M., and Triarhou, L.
Cajal’s brief experimentation with hypnotic suggestion.
Journal of the History of the Neurosciences. 2007. 16: 351-361.

Gorina R., Santalucia T., Petegnief V., Ejarque-Ortiz, A., Saura, J., and Planas A.M.
Astrocytes are very sensitive to develop innate immune responses to lipid-carried short
interfering RNA.

Glia. 2008. 57: 93-107.

Tusell J.M., Ejarque-Ortiz A., Mancera P., Sola C., Saura J., and Serratosa J.
Upregulation of p21(Cip21) in activated glial cells.
Glia. 2009. 57: 524-534.

Ejarque-Ortiz A., Gresa-Arribas N., Straccia M., Sola C., Tusell J.M., Serratosa J., and
Saura J.

CCAAT/enhancer binding protein delta in microglial activation.

Journal of Neuroscience Research. 2009. In press.



Gresa-Arribas N., Serratosa J., Saura J., and Sola C.

Inhibition of CCAAT/enhancer binding protein delta expression by chrysin in microglial
cells results in anti-inflammatory and neuroprotective effects.

Submitted.

Contacts

Dra. Carme Sola: cssfat@iibb.csic.es
Dr. Joan Serratosa: jssnmc@iibb.csic.es
Dr. Josep Saura: josepsaura@ub.edu



mailto:cssfat@iibb.csic.es�

